Carcinoma of the large bowel is a common malignancy. It is predominantly a disease of older people, though it may occur at any age. Less than 5% of patients are under the age of 40 and more than half are over 60, with the peak incidence in people aged 70-80.
Global variation in colorectal cancer.
Most, if not all, colorectal cancers arise from an adenoma. The risk of malignant transformation in any individual polyp is low. It increases with the size ofthe adenoma, and villous adenomas are much more prone to malignant transformation than tubular adenomas.
Colorectal tumorigenesis is considered to be a multistep process, including hyperproliferative mucosa, adenomas, and carcinomas. A combination of both environmental and genetic factors play an important part in pathogenesis.
Environmentalfactors
There is considerable variation world wide in the incidence of colorectal cancer. It seems to be particularly prevalent in highly developed countries, so that there is a high rate in the United Kingdom, the United States, Australasia, and western Europe, but a low incidence in central Africa and Asia. This geographical variation has been ascribed by many 
Genetic factors
Family history-There is no doubt that some families have a high incidence of colorectal cancer. This is easily explained in those with familial adenomatous polyposis, which is inherited as an autosomal dominant condition. Other families with a high incidence of large bowel cancer do not have familial adenomatous polyposis. Many of these have so called hereditary non-polyposis colon cancer (HNPCC), which is also inherited as an autosomal dominant condition and accounts for about 5% of patients with large bowel cancer. It is seen in two forms: as familial site specific colon cancer, and in association with other forms of cancer.
Molecular biology -The recent revolution in molecular biology is uncovering a rapidly growing list of genetic abnormalities in patients with colorectal neoplasms. The most important genetic events are: (a) mutations which inactivate tumour suppressor genes and (b) mutations which activate oncogenes. In colorectal neoplasia these usually arise by point mutation or deletion of the relevant genes or segment of chromosome. These genetic events combine to influence tumour behaviour.
Predisposing diseases Certain chronic diseases of the colon predispose to cancer. In particular, longstanding ulcerative colitis and, to a lesser extent, Crohn's disease are associated with carcinomatous change. Other causes of chronic inflammation, such as schistosomiasis, amoebic dysentery, and tuberculosis, do not seem to predispose to cancer. Implantation of the ureters into the sigmoid colon predisposes to large bowel neoplasia, but this form of urinary diversion has been largely abandoned. Cholecystectomy has been thought to be associated with an increased risk of colorectal cancer, but the evidence is equivocal.
Large bowel cancers appear as polypoid, ulcerating, or stenosing lesions. They spread directly to invade local structures, this being especially important in rectal cancer owing to the proximity of the other pelvic structures. They metastasise through lymphatic vessels to mesenteric and para-aortic lymph nodes and through the portal venous system to the liver and onwards. Tumour cells may also be dispersed by transcoelomic spread across the abdominal cavity.
Colorectal cancers show a range of histological features, varying from well differentiated tumours with recognisable glandular structures to poorly differentiated lesions.
Patients may develop more than one large bowel carcinoma. The prevalence of multiplicity on presentation is variously quoted as between 3% and 12% of cases. These are so called synchronous tumours. There is also a higher incidence of further colorectal tumours after successful treatment of carcinoma of the colon. These are called metachronous tumours. Ten years after resection of a large bowel cancer there is a 3-4% incidence of a further malignancy in the remaining large bowel. Right colon Presentation with obstruction -About a quarter of the patients present with signs of low small bowel obstruction-that is, colic, vomiting, constipation, and distension. Plain abdominal radiographs show dilated loops of small bowel.
Presentation without obstruction -Many patients who present without obstruction have no symptoms referable to the gastrointestinal tract. They give a history of anaemia and weight loss due to occult gastrointestinal bleeding. This complex of symptoms raises the possibility of carcinoma of the stomach, but carcinoma of the right colon, which is much more ; F ;; amenable to treatment, is often overlooked. The diagnosis is suggested by the finding ofa palpable mass in the right iliac fossa. Whether this is present or not the whole colon must be examined by colonoscopy or barium enema examination. 
